In spite of substantial progress in understanding the peripheral mechanisms involved in erection and erectile dysfunction (ED), the key mechanisms relevant to psychogenic ED have so far eluded us. While helpful attempts have been made to de®ne the types of psychological problem that are found in psychogenic ED, 1,2 what has remained un-addressed is why some men with such psychological problems develop ED and others don't. And many of us involved in sex therapy have come to recognize that, whereas there are certain aspects of the therapeutic process that we understand, there remain`gray areas'. Thus improving communication and understanding between the couple, learning new methods of con¯ict resolution, and cognitive restructuring of inappropriate`sexual meanings' are all treatment objectives for which we have developed considerable skill, and which not infrequently are suf®cient to bring about the change needed. It is the direct modi®cation of the individual's sexual response, in particular his erections, where we are on uncertain ground. This is the interface between the relevant psychological processes and the peripheral physiological response, and about that interface we understand very little. 3 Until recently, the only signi®cant attempt to understand this interface on the basis of a theoretical model was made by Barlow and his colleagues. This led to a series of interesting laboratory experiments, both by Barlow's group and by the Amsterdam group of Everaerd and Janssen. 4,5 Barlow 6 has focused on two particular processes Ð`attention to sexual cues', and the negative effect on erectile response of being distracted from focussing on those cues, and`the amplifying effect of arousal', with negative arousal (eg anxiety) amplifying the negative effects of anxiety related distractions, and positive arousal amplifying the effects of appropriate attention to sexual cues. Janssen and Everaerd 5 agreed that it is necessary to consider two aspects, information processing and emotional response.
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Unfortunately, these important theoretical ideas have not been systematically applied to the development of treatment techniques. But in addition I have for some time believed that, while such processes are undoubtedly important, they do not appear to be suf®cient to explain this psychologicalaphysiological interface. They do not, for example, explain why a man with psychogenic ED may be unresponsive to appropriate tactile stimulation. A third component, which seemed to be missing from these theoretical models, was direct neurophysiological inhibition of erectile response. There is a variety of evidence which supports the role of such inhibition (reviewed in Bancroft 7 ) and, working together with Janssen, we have developed a`dual control' model for male sexual response, which involves a balance between excitatory and inhibitory systems within the central nervous system. 7, 8 Our model postulates that central inhibitory mechanisms are normally adaptive, but as with the excitatory system, individuals vary in their propensity for inhibition, and whereas the majority havè normal' adaptive propensities for such inhibition, there are those with too little inhibition, who may be more likely to engage in high risk sexual behavior 9 and those with too much inhibition who as a consequence will be vulnerable to sexual dysfunction. It is noteworthy that, as we have been developing our dual control model for higher levels of control, a complimentary`dual control' model in the periphery has been emerging. 10 Our model recognizes that there may be several mechanisms by which inhibition of genital response is achieved, and several biological functions served by this inhibition. There is, to begin with, the undoubted increase in inhibition, the refractory period following ejaculation, that occurs across species and which presumably has biological adaptive signi®-cance. In addition, there is evidence of the effect of chronic stress in inhibiting reproductive behavior across species, which is likely to be relevant to the human. And then there are the situations, involving information processing, where a threat is recognized and when inhibition of sexual response is necessary to deal with that threat. 7 As a ®rst step in exploring and testing this theoretical model in men we needed a valid and reliable instrument or questionnaire to measure our assumed individual variability in propensity for sexual excitation and inhibition of sexual response. We predicted that we would ®nd two factors, one related to excitation, the other to inhibition, which would be relatively independent of each other. We have developed such an instrument with good psychometric properties. 11 We call this the SISaSES questionnaire. Interestingly, and unexpectedly, this produced three factors, one excitation scale and two inhibition scales. The two inhibition scales are modestly correlated with each other but neither is correlated with the excitation scale. The meaning of the questions loading on these two scales led us to describe the ®rst inhibition scale as`Inhibition due to threat of performance failure' and the second as Inhibition due to the threat of performance consequences.' Conceptually, it looks as though the ®rst inhibition scale, SIS1, is relevant to sexual dysfunction, and the second SIS2, to sexual risk taking. However, we also believe that the second factor also has psychological relevance to psychogenic erectile dysfunction.
We have collected a considerable amount of data using the SISaSES in nonclinical samples. 11 We do indeed ®nd a close-to-normal distribution of scores on each scale, consistent with the idea that the middle range is the normal adaptive range. With age we ®nd a negative correlation with SES and positive correlation with SIS1, neither being surprising, but interestingly, no correlation with SIS2. We have asked about the occurrence of erectile problems in these nonclinical samples in two ways. 8 First subjects were asked whether they had ever had dif®culties in obtaining or keeping an erection, and second, whether they had such dif®culties in the past 3 months. In a sample of 313 men with a mean age of 46.2 y, the response to the`ever' question revealed 43% saying occasionally, 4% less than half the time and 4%`most of the time'; the remainder (49%) indicating`never'. For the past 3 months, the responses were 75%`never', 18% occasionally, 2% less than half the time and 5%`most of the time'. We explored the relationships between our three scales and these two measures of erectile dysfunction by using multiple regression, with the three scales and age as the independent variables. In predicting answers to the`ever had dif®culties' question, both inhibition factors and age were signi®cant (SIS1, b 0.38, P`0.0001; SIS2, b 0.13, P`0.02; age, b 0.15, P`0.006); SES did not ®gure in the equation. For erectile dif®culties in`the past 3 months', SIS1 and age were both strong predictors (b 0.36 and 0.25 respectively, P`0.0001), SES predicted weakly and negatively (b 7 0.12, P`0.02) and SIS2 did not enter the equation. We therefore ®nd SIS1 strongly predicting erectile problems, for both time periods, whereas SIS2 was only relevant on the`ever had dif®culties' basis. It is noteworthy that the main difference between the two measures of erectile dif®culties was in the reporting of`occasionally' which was not surprisingly much more commonly reported`ever' having happened than having happened during the past 3 months. This is consistent with the SIS1 measure re¯ecting some trait vulnerability which would persist and, as the correlation with age suggests, may be ampli®ed by the effects of aging. In contrast SIS2 measures a tendency to respond to threatening situations with inhibited erection, circumstances which are likely to occur occasionally, and with lower probability over a 3 month period than for`ever'.
In the light of these ®ndings we developed our theoretical model further to account for the two inhibition scales rather than one. 8 Whereas it is possible that these two scales may be re¯ecting different inhibitory mechanisms, we prefer an alternative explanation. We can see SIS2 as clearly being related to the perception of external threats in speci®c situations. With SIS1 we appear to be dealing with a more intrinsic threat based on a learnt awareness that failure of response, for that individual rather than situation, is to be expected, or in other words a`high propensity for erectile failure'. This concept, which is clearly related to the clinical concept of performance anxiety, implies a self-reinforcing process whereby anticipation of failure augments the pre-existing propensity for failure. We postulate that this`pre-existing propensity' is a manifestation of a`high inhibitory tone'. In this respect, inhibitory tone refers to the level of inhibition that prevails when not actively responding to a sexual stimulus or a threat. It is thus thè inhibitory tone' which determines the size of thē accid penis, and the`inhibitory tone' which requires to be reduced as well as to be counteracted by an increase in excitation for an erection to occur. We have previously considered the various evidence that supports the concept of inhibitory tone. 8 We thus have two measurable traits, the ®rst of which, SIS1, is clearly relevant to psychogenic erectile dysfunction and the second of which may be relevant in some circumstances. For example, a man with a normal inhibitory tone (SIS1 score) may have erectile problems because of the occurrence of threatening situations in his relationship with his partner, and whether he does so may re¯ect his SIS2 score. So far we are at an early stage in collecting relevant data from clinical populations, but already we can make some testable predictions about the treatment of psychogenic ED.
We therefore predict that a man presenting with ED who has a normal or low SIS1 score, but a normal or raised SIS2 score will bene®t from psychological treatment which focusses on removing the`external threat'. A man with ED who has a high SIS1 score may however be resistant to psychological treatment, at least if it is used on its own. In such cases the use of pharmacological treatment may be successful. In a young man with high SIS1, an inhibition reducing drug, such as phentolamine with its combined alpha 1 and alpha 2 blocking action may be effective. In an older man with ED and high SIS1, the effects of age also have to be taken into account. I have already commented on the relationship between age and SES scores. This relationship would suggest that when age is having a signi®cant effect on erectile responsiveness it will be re¯ected in a lowered SES score. Thus the best pharmacological regime for the older man with ED may depend on the pattern of both SIS1 and SES. Such men with high SES and high SIS1 may respond to disinhibiting drugs alone, such as phentolamine. When the high SIS1 is accompanied by a low SES, then a combination of phentolamine with an excitation facilitator such as sildena®l or apomorphine may be the best approach. When the problem exists with a low SES and a normal or low SIS1 and 2, then an excitation facilitator may be effective on its own. The combination of drug with psychological treatment may also be indicated when there is a high SIS2 score, particularly if there are recognizable problems in the relationship that might otherwise serve to keep the problem going. I hope it will not be too long before we will be able to report on the results of testing these therapeutic predictions.
